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CSF LCN2 does not vary depending on the CSF LCN2 is increased in males

Preclinical Alzheimer Cognitive Composite (PACC)

score, to detect the first signis of cognitive impairment, Amyloid status o CSF LCN2 levels were significantly different in Conclusions
was assessed from the three visits. females and males.
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White Matter Hyperintensities (WMH) were analyzed _ _ —> CSF PDGFRP can not predict cognitive decline over time in preclinical AD.
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Linear models and linear mixed effect models were
used to assess the association of PDGFRB and LCN2
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